Introduction
administration. The plasma renin activity (PRA) was 0.02 ng/ml/h (normal values 0.2-2.4 ng/ml/h) and serum aldosterone 14 pg/ml (normal values Hyporeninaemic hypoaldosteronism appears to 40-150 pg/ml ). The diagnosis of hyporeninenic account for 50-75% of cases of initially unexplained hypoaldosteronism secondary to chronic interstitial hyperkalaemia in adults [1, 2] . Patients typically present nephritis of unknown origin was established. A lowwith mild to moderate renal insuÃciency and asymptopotassium diet plus small doses of furosemide to matic hyperkalaemia [3, 4] . However, potentially danincrease urinary potassium losses were introduced and gerous hyperkalaemia can occur in these patients when the patient was discharged. However, a few days later some other factors influencing potassium homeostasis he experienced symptoms of urinary tract infection. are superimposed. It has recently been reported that Urine examination and culture confirmed the pretrimethoprim, even in standard doses, can significantly sence of a urinary tract infection due to E. coli. increase serum potassium concentration [5] . Herein, Cotrimoxazole in conventional doses ( 1600 mg of we describe a patient with hyporeninaemic hypoaldosulphamethoxazole+320 mg of trimethoprim) was steronism who developed severe symptomatic hyperadministered by his private practitioner. Five days kalaemia while receiving standard doses of later the patient was transferred to our hospital with cotrimoxazole.
profound muscle weakness, nausea, and constipation. Laboratory investigation performed at patient's admission revealed the presence of profound hyperkalaemia
Case report (Table 1 ) with ECG changes ( peaked, narrow T waves and a shortened QT interval ). Cotrimoxazole was A 71-year-old man was initially admitted to our departdiscontinued and hyperkalaemia was properly treated ment due to hyperkalaemia and mild decrease in renal with the use of calcium gluconate solution, dextrose function. The laboratory data on admission were as infusion with regular insulin, and kayxelate. Serum follows: serum urea 6.3 mmol/l, creatinine 160 mmol/l, potassium levels were then stabilized at 5.5-6 mmol/l. glucose 5.6 mmol/l, total protein 74 g/l, albumin 40 g/l, sodium 135 mmol/l, potassium 6.1 mmol/l, chloride 110 mmol/l, bicarbonate 17 mmol/l, anion gap Discussion 9 mmol/l, calcium 2.15 mmol/l, phosphorus 0.90 mmol/l, magnesium 0.82 mmol/l, Posm 280
This case suggests that in patients with hyporeninaemic mosmol/kg, arterial pH 7.32 and PCO 2 33 mmHg. hypoaldosteronism and probably in those with other Creatinine clearance was 60 ml/min. The patient spondisturbances of potassium homeostasis, and especially taneously lowered his urine pH to 5 on repeated of renal potassium handling, standard doses of trioccasions. Urinalysis showed that the urine sediment methoprim-sulphamethoxazole (one double-strength contained 10-15 red cells, 8-10 white cells and few tablet twice daily) can lead to a severe and potentially granular casts per high power field. Both kidney were dangerous hyperkalaemia. Trimethoprim inhibits amiloride-sensitive sodium channels in the distal nephron Correspondence and oÂprint requests to: K. C. Siamopoulos, MSc., and reduces transepithelial voltage favoring potas-MD, Professor of Medicine/Nephrology, Department of Internal sium secretion in a dose-dependent fashion [6, 7] . 
